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participate in protein-protein interactions but which have different functions and cellular locations. In each case, the protein is presented below, in an order guided by a Clustal X arrangement (http:www.clustal.org/) and is labeled by its NCBI (http://www.ncbi.nlmn.nih. gov/protein) protein identification number, followed by its chromosomal locus tag, in diagram form as given by SMART (http://smart.embl-heidelberg.de). (Bhave et al.,2009) (Guo et al.,2010) (Ramonell et al., 2005) NP_177451; AT1G73080; ATP binding / protein serine/ threonine kinase, PEP1 receptor (PEPR1). (PEP1and 2 are implicated in Arabidopsis development and immunity) ( Postel , et al.; . (PEPR1 and PEPR2, both perceive the existence of an endogenous danger signal Peptide 1 when such a peptide is present.) (Krol et al.; 
Proteins with extracellular multiple LRR domains

Conclusion
Gene duplication is rampant. It should be noted that the products depicted above show considerable variation both in number of, and distances between, the LRR domains. Where, when and how do the genes listed here function? For most of them there is no evidence that they deliver innate immunity in the plant. Of course, some of them do! For many the function is not known. Gene duplications, carrying amino acid changes resulting from mutations, often end in neofunctionalization even though duplicate genes may also merely provide tissue specific expression for the original ancestral gene. Subsequent alternate splicing of genes, in turn, might also give new roles to the genes. But if domains are the units that built proteins, then domain shuffling provides a more efficient source for expressed gene versatility: (Thereby, nature promotes evolution of disparate proteins for novel functions.) Most of the genes listed in this chapter certainly exist because of duplication. These genes could be grouped further, however, because another domain had first been added for the projected protein molecules, long before the gene duplications occurred. Possibly, domains represent the evolutionary building blocks for all proteins. At present we can only speculate as to the mechanism of such random multi-domain protein formation. Were transposons involved? (Retroprocession, the process that is responsible for pseudogene formation, possibly could have also facilitated the creation of new disparate proteins!). Specific domain combinations might have been built randomly -maybe sometimes just once during the evolution of an organism -and then sometimes only to be rearranged during duplication or even to loose domains by mutating them away thereafter. (.See e.g..the Strubbelig family members 1-8.)
